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Role of Pyroptosis in Cardiovascular Disease
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[ Abstract ] Pyroptosis is a new-found programmed cell death that depends on inflammatory caspase-1/4/5/11. Through the activation
of gasdermin-D protein, it mediates the formation of cell membrane pores until the cytolysis occurs. This process is accompanied by the
release of a large number of cellular contents, including the pro-inflammatory factors interleukin 1 and interleukin 18. Recent studies have
shown that pyroptosis plays an important role in the pathophysiology of cardiovascular disease. To investigate the role of pyroptosis in

cardiovascular disease and the latest research progress may provide new targets and ideas for the prevention and treatment of cardiovascular

disease.
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